Chromosome 22q11.2 deletion syndrome (22q11.2DS) is a result of a hemizygotic microdeletion that results in a variety of impairments in children including greater risk for psychiatric ailments in adulthood. We used high-resolution magnetic resonance imaging to accurately quantify the length and, for the first time, volume, of the cavum septum pellucidum (CSP) in children aged 7 to 14 years with 22q11.2DS and typically developing (TD) controls. Significantly greater anteroposterior length and greater CSP volumes were found in children with 22q11.2DS compared with controls. Furthermore, the largest CSP were found only in the 22q11.2DS group and with a much higher incidence than previously reported in the literature. Given the significant midline anomalies in the brains of those affected by 22q11.2DS, large CSP may be a biomarker of atypical brain development. The implication of these larger CSP for cognitive and behavioral development is a topic in need of further investigation.
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Introduction
One of the earliest developmental processes in brain is the formation of the ventricular system and the associated septum separating the two chambers (Galarza et al., 2004) . Typically, from months 2 to 5 of embryonic and fetal development, the lateral ventricles elongate and expand laterally away from the midline along with the expansion of the cerebral cortex. The anterior, posterior, and inferior horns as well as the bodies of the lateral ventricles become delineated and larger through month 7 of development. The septum pellucidum forms a medial wall between the body and the anterior horn of the lateral ventricles. Incomplete fusion of the laminae can manifest as one or two separate cavities: a cavum septum pellucidum (CSP) and a cavum vergae (CV).
Anatomically, the CSP is defined anteriorly by the genu of the corpus callosum, superiorly by the body of the corpus callosum, posteriorly by the anterior limb and pillars of the fornix, and inferiorly by the rostrum of the corpus callosum and the anterior commissure. In prenatal month 5, anterior to posterior and superior to inferior consolidation of the corpus callosum begins. The rostrum of the corpus callosum links the genu and the lamina terminalis while the fornix remains relatively stationary and the forceps minor grow to the frontal lobes by month 7. As callosal consolidation occurs, the leaflets of the septum pellucidum are drawn together and towards the lamina terminalis, closing the CSP from rostrum to fornix. Typically, the more anterior CSP is separated from the posterior CV by the anterior columns of the fornix. If the fornix is insufficiently fused with the corpus callosum, the CSP and CV will form into one continuous cavity (Born et al., 2004) . In 15% of typically developing (TD) infants, the laminae fuse within 1 month post-partum, with the majority (85%) showing laminae fusion within 6 months.
The mechanisms by which the septum pellucidum closes and by which a CSP is maintained are still not completely understood (Shashi et al., 2004) , but fusion of the laminae depends on the normal development of surrounding structures, particularly the hippocampus and the corpus callosum (Sarwar, 1989) . Galarza et al. (2004) suggest several possible modulators of CSP maintenance, including primary atrophy in the form of reduced frontal and temporal lobe volumes and overall hemispheric volume reduction with ventricular enlargement. Support for this mechanism includes the common clinical neuroimaging correlation of CSP with brain anomalies characterized by global decrease in cerebral mass, such as in the pachygyria-lissencephaly spectrum and non-specific microcephaly (personal observation, JP). The proposal that laterally applied pressure, such as would be 
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